Although personality disorders (PDs) are highly comorbid with bipolar spectrum disorders (BSDs), little longitudinal research has been conducted to examine the prospective impact of PD symptoms on the course of BSDs. The aim of this study is to examine whether PD symptom severity predicts shorter time to onset of bipolar mood episodes and conversion to bipolar I disorder over time among individuals with less severe BSDs. Participants (n ϭ 166) with bipolar II disorder, cyclothymia, or bipolar disorder not otherwise specified completed diagnostic interview assessments of PD symptoms and self-report measures of mood symptoms at baseline. They were followed prospectively with diagnostic interviews every 4 months for an average of 3.02 years. Cox proportional hazard regression analyses indicated that overall PD symptom severity significantly predicted shorter time to onset of hypomanic (hazard ratio [HR] ϭ 1.42; p Ͻ .001) and major depressive episodes (HR ϭ 1.51; p Ͻ .001) and conversion to bipolar I disorder (HR ϭ 2.51; p Ͻ .001), after controlling for mood symptoms. Results also suggested that cluster B severity predicted shorter time to onset of hypomanic episodes (HR ϭ 1.38; p ϭ .002) and major depressive episodes (HR ϭ 1.35; p ϭ .01) and conversion to bipolar I disorder (HR ϭ 2.77; p Ͻ .001), whereas cluster C severity (HR ϭ 1.56; p Ͻ .001) predicted shorter time to onset of major depressive episodes. These results support predisposition models in suggesting that PD symptoms may act as a risk factor for a more severe course of BSDs.
Bipolar spectrum disorder (BSD) is associated with a wide range of poor outcomes despite treatment, such as high rates of suicide, hospitalization, mood episode recurrences, and interepisode impairment (Fagiolini et al., 2005; Ng et al., 2015; Perlis et al., 2006) . Therefore, it is important to identify risk factors that predict the onset and course of BSD so that prevention and early intervention efforts can be implemented.
A growing body of evidence suggests that personality disorders (PDs) may play an important role in BSDs. According to DSM-5, PDs are divided into three clusters based on similarities in clinical characteristics: cluster A (odd, eccentric disorders, including paranoid, schizoid, and schizotypal PDs), cluster B (dramatic, emotional, and erratic disorders, including antisocial, borderline, histrionic, and narcissistic PDs), and cluster C (fearful, avoidant disorders, including avoidant, dependent, and obsessive-compulsive PDs). PDs are prevalent within BSD, with estimates ranging from 12% to 89% (Fan & Hassell, 2008) . A meta-analytic study suggests that in BSD, cluster B and C PDs occur at comparable rates, and both are more prevalent than cluster A PDs (Friborg et al., 2014) . There is also considerable comorbidity among PDs. That is, people who meet diagnostic criteria for one PD are likely to meet the diagnostic criteria for another (Coid, Yang, Tyrer, Roberts, & Ullrich, 2006) . Such high comorbidity has led to an increased interest in conceptualizing personality pathology as on a single dimension, ranging from normal personality to severe personality pathology (Caspi et al., 2014; Eaton et al., 2016; Jahng et al., 2011; Sharp et al., 2015; Trull et al., 2008) . Indeed, Caspi et al. (2014) suggested that a single general factor (the p factor) may account for almost all mental disorders, while Sharp et al. (2015) argued that personality pathology consists of a general factor (the g factor) that represents common variance in different manifestations of personality pathology and six specific factors (the s factors) that represents unique variance.
Most PDs, especially cluster B and C PDs, share phenomenology with BSDs (Fan & Hassell, 2008; Rees, Hardy, & Barkham, 1997; Swann, Lijffijt, Lane, Steinberg, & Moeller, 2013) . Specifically, the hypomanic/manic phase of BSDs share propensities for affective instability and impulsivity with borderline PD (Bassett, 2012; Ghaemi, Dalley, Catania, & Barroilhet, 2014; Livesley, Jang, Jackson, & Vernon, 1993; MacKinnon & Pies, 2006; Swann et al., 2013) , grandiosity and goal dysregulation with narcissistic PD (Fulford, Johnson, & Carver, 2008; Shahar, Scotti, Rudd, & Joiner, 2008) , reckless and impulsive nonconformity with antisocial PD (Barzman, DelBello, Fleck, Lehmkuhl, & Strakowski, 2007; Calabrese et al., 2003; Gillberg, Hellgren, & Gillberg, 1993; Kemp et al., 2008; Kwapil et al., 2000; Swann et al., 2013) , and dramatic behavior with histrionic PD (Shahar et al., 2008) , whereas the depressive phase of BSDs share neurotic, fearful, and avoidant behavior with cluster C PDs (Bukh, Andersen, & Kessing, 2016) . Indeed, some researchers consider PDs to be a part of the bipolar spectrum (Akiskal, 1992; Perugi & Akiskal, 2002) , and PD traits might represent characteristics that could exacerbate risk for a more severe course of BSD.
Several models have been proposed to explain the comorbidity between Axis I and Axis II disorders (Lyons, Tyrer, Gunderson, & Tohen, 1997) . One example is the scar model, which proposes that mood disturbances might influence personality, leaving scar-like deficits (Klein, Kotov, & Bufferd, 2011; Rohde, Lewinsohn, & Seeley, 1990; Shahar & Davidson, 2003; Shahar et al., 2008) .
Another example is the predisposition model, which proposes that PD symptoms increase risk for the development and/or a worse course of BSDs, perhaps through increasing the likelihood of exposure to psychosocial stressors (e.g., life events), or by increasing sensitivity to such stressors (Bender & Alloy, 2011; Klein et al., 2011; Lyons et al., 1997; Weiss et al., 2015) . For example, impulsivity and aggression, which are hypothesized to underlie several PDs, have been shown to predict an increased number of life events in BSD in a longitudinal study (Molz et al., 2013) . In addition, shared vulnerabilities may underlie both PD symptoms and worsening BSD course (Johnson, Carver, Mulé, & Joormann, 2013; Muhtadie, Johnson, Carver, Gotlib, & Ketter, 2014; Ng et al., 2016) , which, according to the kindling and sensitization models (Post, 1992 (Post, , 2007 , may increase vulnerability to stressors and further worsen the course and outcome of BSD.
Indeed, previous research has shown that PDs are associated with worse course and outcome of BSDs, such as earlier age of onset (Vieta, Colom, Martínez-Arán, Benabarre, & Gastó, 1999) , more severe mood symptoms (Bieling et al., 2003) , longer time to symptom remission (Bieling, Green, & Macqueen, 2007) , longer and more frequent hospitalizations (Dunayevich et al., 2000) , higher rates of suicidal ideation and attempts (Garno, Goldberg, Ramirez, & Ritzler, 2005; Vieta et al., 1999) , poorer medication adherence and treatment response (Barbato & Hafner, 1998; Colom et al., 2000; Murru et al., 2013) , greater need for polypharmacotherapy (Kay, Altshuler, Ventura, & Mintz, 2002) , increased likelihood of having Axis I comorbidities (Kay et al., 2002; Preston, Marchant, Reimherr, Strong, & Hedges, 2004) , and more severe functional impairments (Barbato & Hafner, 1998; George, Miklowitz, Richards, Simoneau, & Taylor, 2003) .
Although a number of longitudinal studies on predictors of onset and course of BSDs have been conducted (Adleman et al., 2012; Alloy, Bender, et al., 2012; Alloy, Urošević, et al., 2012; Axelson et al., 2015; Birmaher et al., 2009; Geller, Tillman, Bolhofner, & Zimerman, 2008; Geller, Tillman, Craney, & Bolhofner, 2004; Kochman et al., 2005) , no studies have prospectively examined whether PD symptom severity predicts time to onset of DSM-IV and/or Research Diagnostic Criteria (RDC; Endicott & Spitzer, 1978) mood episodes and conversion from milder forms of BSD to bipolar I disorder. In addition, whereas most research has focused on cluster B PD symptoms, little research has examined the impact of cluster A and C PD symptoms on the course of BSDs. Moreover, most studies only focus on one PD without considering the influence of other PDs. The current study addresses these gaps using a longitudinal study design in a young adult sample with milder BSDs. Participants completed a diagnostic interview designed to assess Axis II psychopathology at baseline and were followed prospectively with diagnostic interview assessments of hypomanic, manic, and major depressive episodes every 4 months for an average of 3.02 years. Consistent with the approach adopted by previous studies (Swann et al., 2013) and empirical support for the dimensional nature of PDs (Haslam, Holland, & Kuppens, 2012) , we conceptualized PDs as dimensional characteristics rather than categorical entities. As such, PDs are operationalized as symptom severity rather than discrete diagnoses.
As PDs may be classified by a single dimension (Tyrer, Reed, & Crawford, 2015) , we hypothesized that higher overall PD symptom severity would predict shorter time to onset of hypomanic and major depressive episodes, as well as conversion to bipolar I This document is copyrighted by the American Psychological Association or one of its allied publishers.
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disorder (i.e., onset of a manic or mixed episode) over follow-up. Based on the findings of Akiskal et al. (1995) that individuals with histories of major depression and comorbid cluster B and C PDs have gone on to develop hypomania, we hypothesized that clusters B and C PD symptoms would prospectively predict a shorter time to onset of hypomanic episodes and that cluster B symptoms would predict conversion to bipolar I disorder. Given the hallmark features of cluster C PD symptoms as described above and the previous finding that the presence of a comorbid cluster C PD predicts increased recurrence rates among people with firstepisode depression (Bukh et al., 2016) , we hypothesized that they would also predict a shorter time to onset of major depressive episodes.
Method

Participants and Procedures
Participants in this study were drawn from the Longitudinal Investigation of Bipolar Spectrum Disorders (LIBS) Project, which examined factors that influence the course of BSD (Alloy et al., 2008; Alloy, Urošević, et al., 2012) and was conducted at two sites-University of Wisconsin-Madison and Temple University. The study used a two-phase participant selection process. In Phase I, the General Behavior Inventory (GBI; Depue, Krauss, Spoont, & Arbisi, 1989) was completed by approximately 20,500 individuals. Based on the GBI cutoffs of GBI-Depression subscale score Ն11 and GBI-Hypomania/Biphasic subscale score Ն13 (Depue et al., 1989) , 12.3% of the sample potentially had a BSD and was eligible for Phase II screening, during which they completed an expanded Schedule for Affective Disorders and Schizophrenia-Lifetime (exp-SADS-L) diagnostic interview (Endicott & Spitzer, 1978) . The exp-SADS-L interview was expanded to allow for generation of both DSM-IV (American Psychiatric Association, 2000) and RDC (Endicott & Spitzer, 1978) diagnoses.
In Phase II, participants were selected based on having a current or lifetime DSM-IV and/or RDC diagnosis of bipolar II disorder, cyclothymia, or bipolar disorder not otherwise specified (NOS). Cyclothymia was defined by at least 2-day periods of hypomania and at least 2-day periods of depression, twice a year for each, accompanied with functional impairment and/or observable change in functioning. Bipolar NOS was defined by either (a) hypomanic episode(s) but no major depressive episodes, (b) hypomanic periods not meeting episode duration criteria and history of major depressive episodes, or (c) hypomanic and depressive periods/episodes too infrequent for a diagnosis of cyclothymia. Participants were excluded if they had experienced a DSM-IV and/or RDC manic episode, as this would indicate a bipolar I diagnosis and an aim of the overall LIBS Project was to predict conversion to bipolar I disorder (see Alloy, Urošević, et al., 2012 for more details regarding the screening and recruitment procedures).
The study sample comprised a total of 166 participants diagnosed with a BSD on the initial Phase II exp-SADS-L diagnostic interview (n ϭ 123 bipolar II disorder, n ϭ 43 cyclothymia or bipolar NOS). Participant characteristics are presented in Table 1 .
All participants provided written informed consent prior to entering the study, which was IRB approved at each site. At a baseline visit after Phases I and II, participants completed a diagnostic interview that assessed Axis II psychopathology. They also completed self-report measures of symptoms of depression and (hypo)mania. Participants completed diagnostic interviews assessing DSM-IV and RDC episodes of major depression, hypomania, and mania approximately every four months after the baseline visit for an average of 3.02 years (M ϭ 1,101.92 days; SD ϭ 511.90 days). The maximum number of prospective assessments participants completed was 17. The minimum number was 1. The average number of prospective assessments completed was 9.06 (SD ϭ 4.19).
In the LIBS Project, participant compliance with the prospective assessments was high. Specifically, across all assessments that should have been completed by the participants, 2023 out of 2318 (87.27%) were completed on schedule (Alloy, Urošević, et al., 2012) . The attrition rate was 10.71% (n ϭ 45) of BSD and control participants across the sites (Alloy, Urošević, et al., 2012) . Of the 45 participants who attrited, 71.11% attrited after the 1st or 2nd follow-up, 22.22% attrited after the 3rd or 4th follow-up, and only 6.67% attrited after the 5th follow-up. Thus, the majority of attrition occurred within the first 8 months of follow-up and the likelihood of attrition among participants who got to at least the 5th follow-up was low. The major reason for attrition was the time commitment required by the study, which participants discovered by the first couple of follow-ups. In addition, 215 of the 420 participants either left college through graduation, transfer, or dropping out or left the local area at some point in the study (some returned). However, the probability of attrition was 13.66% among participants who never left either college or the area versus 7.91% among those who did leave either college or the area at some point. Therefore, leaving college or the area was not an important predictor of attrition, as attrition was even lower among participants who left. This document is copyrighted by the American Psychological Association or one of its allied publishers. This article is intended solely for the personal use of the individual user and is not to be disseminated broadly.
Conversion to bipolar I disorder was defined as the first onset of a manic or mixed episode, with or without a history of major depressive episodes, based on DSM-IV criteria. Manic and mixed episodes met relevant DSM-IV criteria, including the number and duration of required symptoms. Manic and mixed episodes were characterized by either hospitalization, presence of psychotic symptoms, and/or grave impairment (such as serious legal consequences stemming from impulsive behavior during the manic episode).
Although Alloy, Urošević, et al. (2012) also studied predictors of conversion from bipolar spectrum conditions to bipolar I disorder, there is no overlap between the Alloy, Urošević, et al. and current analyses. Whereas Alloy, Urošević, et al. identified higher behavioral approach system sensitivity, higher impulsivity, and earlier age of onset as predictors of conversion to bipolar I disorder, the current study specifically focused on whether PD symptoms predicted time to onset of mood episodes and conversion to bipolar I disorder.
Measures
Beck Depression Inventory. The Beck Depression Inventory (BDI; Beck, Rush, Shaw, & Emery, 1979 ) is a 21-item self-report questionnaire that assesses the presence and severity of motivational, cognitive, affective, and somatic symptoms of depression. It was administered at the baseline visit to assess current symptoms of depression. Internal consistency was excellent (␣ ϭ .94).
Halberstadt Mania Inventory. The Halberstadt Mania Inventory (HMI; Alloy, Reilly-Harrington, Fresco, Whitehouse, & Zechmeister, 1999; Halberstadt & Abramson, 2007 ) is a 28-item self-report questionnaire that assesses motivational, cognitive, affective and somatic symptoms associated with mania/hypomania. The HMI was modeled after the BDI and is administered and scored in a similar manner. In a sample of undergraduates, the HMI had high internal consistency (␣ ϭ .82), adequate convergent validity (r ϭ .32) with the mania scale of the Minnesota Multiphasic Personality Inventory (MMPI; Hathaway & McKinley, 1943) as well as discriminant validity (r ϭ Ϫ.26 with the depression scale of the MMPI and r ϭ Ϫ.12 with the BDI; Halberstadt & Abramson, 2007) . It also has shown evidence of construct validity (Alloy et al., 1999) . In the LIBS Project, the HMI correlated (r ϭ .46) with hypomanic symptoms rated from the exp-SADS-C interview (Alloy et al., 2008) . The HMI also showed expected changes as individuals with cyclothymia cycled through hypomanic, euthymic, and depressed mood states (Alloy et al., 1999) . Specifically, cyclothymic participants' HMI scores were significantly higher when they were in a hypomanic period (M ϭ 23.9) than when they were in a euthymic period (M ϭ 18.8) or a depressed period (M ϭ 15.7; Alloy et al., 1999) . The HMI was administered at the baseline visit to assess current symptoms of hypomania. Internal consistency was good (␣ ϭ .83).
Impulsive Nonconformity Scale. The Impulsive Nonconformity Scale (INS; Chapman et al., 1984) consists of 51 true-false items that evaluate impulsive behavior (e.g., "when I want something, delays are unbearable"). The INS has good internal consistency (␣s ϭ .79 -.84; Alloy et al., 2006 Alloy et al., , 2009 Chapman et al., 1984) and retest reliability (r ϭ .84; Chapman et al., 1984) . Chapman et al. (1984) reported that people who scored high on the INS were more likely to endorse antisocial, psychotic, depressive, and (hypo)manic symptoms. It has been shown to predict conversion to bipolar I disorder among people with milder forms of BSD (Alloy, Urošević, et al., 2012) and mediate the association between BSD and prospective substance use problems (Alloy et al., 2009 ). The INS was administered at baseline; ␣ ϭ .86.
BIS/BAS Scales. The BIS/BAS Scales (Carver & White, 1994) are a widely used self-report questionnaire that assesses individual differences in sensitivity to threats and rewards. Participants responded to questions on a 4-point Likert scale ranging from 1 (strongly disagree) to 4 (strongly agree). The BAS-Total (BAS-T) score is the sum of all the BAS items. Internal consistencies (␣'s ϭ .66-.76) and test-retest reliabilities (r's ϭ .59-.69) for the subscales are satisfactory (Carver & White, 1994) . The BIS/BAS Scales were administered at baseline; ␣ ϭ .80 for the BAS-T scale.
GBI. The GBI (Depue et al., 1989 ) is a self-report questionnaire used during Phase I to identify potential individuals with BSDs. The GBI has been validated among a wide range of populations including undergraduates, psychiatric outpatients, and relatives of individuals with bipolar I disorder (Depue et al., 1989; Klein, Depue, & Slater, 1985) . Psychometric properties of the instrument are strong: internal consistencies of ␣s ϭ .90 -.96; test-retest reliability of rs ϭ .71-.74; and good sensitivity and excellent specificity for BSDs have been reported (Depue et al., 1981 (Depue et al., , 1989 . Items are designed to assess a range of depressive, hypomanic, or biphasic symptoms, and frequency of these symptoms. Respondents provide ratings on a Likert scale ranging from 1 (not at all) to 4 (very often or almost constantly). Following the scoring procedures recommended by Depue et al. (1989) , items rated a 3 (often) or 4 (very often or constantly) were summed to obtain two subscores: depression (GBI-D score) and (hypo)mania and biphasic (GBI-HB score). The following cutoff scores were used to identify potential BSD participants: GBI-D score Ն11 and GBI-HB score Ն13 (Depue et al., 1989) . A pilot study validated this procedure against diagnoses obtained via exp-SADS-L (Alloy et al., 2008) .
Exp-SADS-L. During the Phase II screening, semistructured diagnostic interviews were conducted using the exp-SADS-L (Alloy et al., 2008; Alloy, Urošević, et al., 2012) , which was expanded to assesses the full range of DSM-IV and RDC Axis I symptoms related to mood, anxiety, eating, psychotic, and substance use disorders over the lifetime. As part of the exp-SADS-L interview, family history of mood disorders was assessed using the Family History-Research Diagnostic Criteria (FH-RDC; Andreasen, Endicott, Spitzer, & Winoker, 1977) , a standard method of assessing family history of psychopathology. Participants were asked questions to assess specific diagnostic criteria for psychiatric disorders in their relatives. The FH-RDC have excellent interrater reliability, and their reliability measured against a diagnostic standard also is satisfactory (Andreasen et al., 1977) . Exp-SADS-L interviews were audiotaped to monitor interrater reliability and obtain consensus diagnoses. Expert psychiatric consultants were used as the third diagnostic tier for diagnostic consensus. Interrater reliability generated from 80 jointly rated interviews was high (⌲ Ͼ .96 for bipolar spectrum diagnoses; Alloy et al., 2008) . See Alloy, This document is copyrighted by the American Psychological Association or one of its allied publishers.
This article is intended solely for the personal use of the individual user and is not to be disseminated broadly. Urošević, et al. (2012) for more information about the reliability and validity of the diagnoses. Expanded Schedule for Affective Disorders-Change Version. The Expanded Schedule for Affective DisordersChange Version (exp-SADS-C; Endicott & Spitzer, 1978 ) is a semistructured interview about the occurrence, duration, and symptom severity of the same disorders assessed on the exp-SADS-L and also expanded to assess the full range of DSM-IV and RDC Axis I psychopathology. The exp-SADS-C was used to diagnose DSM-IV and RDC episodes of major depression and (hypo)mania (Alloy et al., 2008; Alloy, Urošević, et al., 2012; Francis-Raniere, Alloy, & Abramson, 2006; Stange et al., 2015) and assess treatment seeking for mood symptoms over follow-up. Validity and interrater reliability were strong (⌲ Ͼ .80; FrancisRaniere et al., 2006) .
International Personality Disorder Examination for DSM-IV. The International Personality Disorder Examination for DSM-IV (IPDE-IV; Loranger, Janca, & Sartorius, 1997) is a semistructured interview designed to assess Axis II psychopathology. Trained interviewers rated each item based on participants' verbal responses and observable behaviors. Each DSM-IV PD diagnosis is represented by several items, and dimensional scores were computed by adding interviewer ratings across all items for a given diagnostic category. Overall PD symptom severity score was created by summing all items. PD cluster scores were created by summing items for the disorders in each cluster. The IPDE-IV has shown excellent interrater reliability, with kappas ranging from .79 to .84 (Pilkonis, Heape, Ruddy, & Serrao, 1991) , and good consistency with dimensional scores on the Structured Clinical Interview for DSM-III-R Personality Disorders (Spitzer, Williams, Gibbon, & First, 1987) . In the present study, interrater reliability was assessed for each dimensional score based on 40 interviews independently rated by two interviewers. With the exception of schizotypal PD (K ϭ .46), the IPDE-IV had acceptable interrater reliability in our sample (Ks ϭ .69 -.88; .
Data Analyses
Cox proportional hazard regression (survival) analyses were conducted to evaluate our episode prediction/conversion to bipolar I disorder hypotheses. Baseline depressive and hypomanic symptoms and PD symptom severity were included in all models as predictors. Whenever a cluster emerged as a significant predictor, we examined which PDs within the cluster contributed most to the significant association by rerunning the analysis using scores of the cluster's components instead of the cluster. We also conducted subsidiary analyses to investigate whether the results changed when the following covariates are included: family history of mood disorder, treatment seeking for mood problems over followup, BAS sensitivity, impulsivity, and age of onset of BSD. The utility of PD symptom severity scores as predictors of conversion to bipolar I disorder was evaluated by computing the area under the curve (AUC) in a receiver operating characteristic (ROC) analysis. The AUC values of .56, .64, and .71 represent small, medium, and large effects, respectively (Rice & Harris, 2005) . The following continuous predictor variables were converted to z-scores prior to analysis for ease of interpretation: PD and mood symptom severities, impulsivity, and BAS sensitivity. As a result, hazard ratios (HRs) for these predictors reported in the current study refer to the difference in likelihood of the onset of a hypomanic or major depressive episode or conversion to bipolar I disorder (i.e., the onset of a manic/mixed episode) accompanying Note. IPDE-IV ϭ International Personality Disorder Examination for DSM-IV; BAS ϭ the BAS scale of the BIS/BAS Scales; INS ϭ Impulsive Nonconformity Scale; PD-T ϭ total scores from the IPDE-IV; ClusA ϭ cluster A personality disorder (PD) symptom severity; Para ϭ paranoid PD symptom severity; Szoid ϭ schizoid PD symptom severity; Sztypal ϭ schizotypal PD symptom severity; ClusB ϭ cluster B PD symptom severity; AntiSo ϭ antisocial PD symptom severity; BPD ϭ borderline PD symptom severity; Hist ϭ Hist ϭ histrionic PD symptom severity; Narc ϭ narcissistic PD symptom severity; ClusC ϭ cluster C PD symptom severity; Avoid ϭ avoidant PD symptom severity; Depn ϭ dependent PD symptom severity; OCD ϭ obsessive-compulsive PD symptom severity. ‫ء‬ p Ͻ .05. ‫ءء‬ p Ͻ .01. This document is copyrighted by the American Psychological Association or one of its allied publishers.
a one standard deviation increase in the predictor (Singer & Willett, 2003) .
Results
The intercorrelations, means, and standard deviations for scores on IPDE-IV, BAS, and INS are presented in Table 2 .
To examine the hypothesis that overall PD symptom severity would predict shorter time to onset of hypomania, major depression, and mania/mixed episode (i.e., conversion to bipolar I disorder), we conducted Cox proportional hazard regression (survival) analyses with overall PD and mood symptom severity as the predictor variables and time (days) to onset of relevant bipolar episode as the outcome variables. As expected, overall PD symptom severity emerged as a significant predictor of a quicker onset of hypomania (Wald ϭ 16.43; HR ϭ 1.42; 95% CI, 1.20 -1.68; p Ͻ .001; 3 suggesting that a higher level of overall PD symptom severity increased the likelihood for prospective onset of hypomania, major depression, and bipolar I disorder by 42%, 51%, and 151%, respectively, for each increase of 1 SD. Table 3 describes the findings for onset of hypomanic episodes. The hypothesis that clusters B and C PD symptom severity would predict shorter time to onset of hypomania was partially supported. Cluster B (Wald ϭ 9.26; HR ϭ 1.38; 95% CI, 1.12-1.70; p ϭ .002), 4 but not cluster C (Wald ϭ 2.69; HR ϭ 1.16; 95% CI, 0.97-1.39; p ϭ .101), emerged as a significant predictor of a quicker onset of hypomanic episodes, suggesting that a higher level of cluster B symptom severity increased the likelihood of prospective onset of hypomania by 38% for each increase of 1 SD. Post hoc analyses indicated that among the cluster B PDs, histrionic (Wald ϭ 16.38; HR ϭ 1.54; 95% CI, 1.25-1.90; p Ͻ .001; 1 Overall PD severity continued to predict onset of hypomanic episodes after controlling for family history of mood disorders (HR ϭ 1.43; p Ͻ .001), treatment-seeking status (HR ϭ 1.44; p Ͻ .001), BAS sensitivity (HR ϭ 1.29; p ϭ .01), age of onset (HR ϭ 1.49; p Ͻ .001), but not when controlling for impulsivity (HR ϭ 1.20; p ϭ .07).
2 Overall PD severity continued to predict onset of major depressive episodes after controlling for family history of mood disorders (HR ϭ 1.53; p Ͻ .001), treatment-seeking status (HR ϭ 1.51; p Ͻ .001), BAS sensitivity (HR ϭ 1.35; p ϭ .01), impulsivity (HR ϭ 1.30; p ϭ .01), and age of onset (HR ϭ 1.46; p Ͻ .001).
3 Overall PD severity continued to predict conversion to bipolar I disorder after controlling for family history of mood disorders (HR ϭ 1.76; p Ͻ .001), treatment-seeking status (HR ϭ 2.50; p Ͻ .001), BAS sensitivity (HR ϭ 2.64; p Ͻ .001), impulsivity (HR ϭ 2.23; p Ͻ .001), and age of onset (HR ϭ 2.63; p Ͻ .001).
4 Cluster B severity continued to predict onset of hypomanic episodes after controlling for family history of mood disorders (HR ϭ 1.41; p ϭ .001), treatment-seeking status (HR ϭ 1.43; p ϭ .001), age of onset (HR ϭ 1.37; p ϭ .003), BAS sensitivity (HR ϭ 1.24; p ϭ .05), but not when controlling for impulsivity (HR ϭ 1.17; p ϭ .22). Note. PD ϭ personality disorder; HR ϭ hazard ratio; CI ϭ confidence interval; BDI ϭ Beck Depression Inventory; HMI ϭ Halberstadt Mania Inventory; Cluster A ϭ cluster A PD symptom severity; Cluster B ϭ cluster B PD symptom severity; Cluster C ϭ cluster C PD symptom severity; Antisoc ϭ antisocial PD symptom severity; BPD ϭ borderline PD symptom severity; Histrion ϭ histrionic PD symptom severity; Narcis ϭ narcissistic PD symptom severity. Note. PD ϭ personality disorder; HR ϭ hazard ratio; CI ϭ confidence interval; BDI ϭ Beck Depression Inventory; HMI ϭ Halberstadt Mania Inventory; Cluster A ϭ cluster A PD symptom severity; Cluster B ϭ cluster B PD symptom severity; Cluster C ϭ cluster C PD symptom severity; Antisoc ϭ antisocial PD symptom severity; BPD ϭ borderline PD symptom severity; Histrion ϭ histrionic PD symptom severity; Narcis ϭ narcissistic PD symptom severity; Avoid ϭ avoidant PD symptom severity; Depend ϭ dependent PD symptom severity; OCD ϭ obsessivecompulsive PD symptom severity.
This document is copyrighted by the American Psychological Association or one of its allied publishers. This article is intended solely for the personal use of the individual user and is not to be disseminated broadly. 6 PD symptom severity predicted a shorter time to onset of a hypomanic episode, whereas narcissistic PD symptom severity (Wald ϭ 5.16; HR ϭ 0.75; 95% CI, 0.59 -0.96; p ϭ .023) 7 predicted a longer time to onset of a hypomanic episode. Table 4 provides a summary of the results for onset of major depressive episodes. Cluster C PD symptom severity significantly predicted a briefer time to onset of a major depressive episode (Wald ϭ 15.79; HR ϭ 1.56; 95% CI, 1.25-1.95; p Ͻ .001), 8 suggesting that higher cluster C symptom severity increased the likelihood for prospective onset of major depression by 56% for each increase of 1 SD. Unexpectedly, cluster B PD symptom severity also significantly predicted a shorter time to onset of a major depressive episode (Wald ϭ 6.68; HR ϭ 1.35; 95% CI, 1.08 -1.70; p ϭ .010), 9 suggesting that higher cluster B symptom severity increased the likelihood for prospective onset of major depression by 35% for each increase of 1 SD. Post hoc analyses indicated that none of the individual cluster C PD symptom severity scores significantly predicted a shorter time to onset of a major depressive episode (all ps Ͼ .05). The analyses also indicated that among the cluster B PDs, histrionic (Wald ϭ 10.31; HR ϭ 1.51; 95% CI, 1.18 -1.95; p ϭ .001) 10 and borderline (Wald ϭ 9.46; HR ϭ 1.49; 95% CI, 1.15-1.91; p ϭ .002) 11 PD symptom severity predicted a shorter time to onset of a major depressive episode, whereas narcissistic PD symptom severity (Wald ϭ 5.73; HR ϭ 0.74; 95% CI, 0.58 -0.95; p ϭ .017) 12 predicted a longer time to onset of a major depressive episode. Table 5 provides a summary of the results for conversion to bipolar I disorder (i.e., onset of a manic or mixed episode). As anticipated, cluster B symptom severity predicted conversion to bipolar I (Wald ϭ 24.42; HR ϭ 2.77; 95% CI, 1.85-4.14; p Ͻ .001), 13 suggesting that higher cluster B symptom severity increased the likelihood for conversion to bipolar I disorder by 177% for each increase of 1 SD. Post hoc analyses indicated that among cluster B PDs, antisocial (Wald ϭ 5.06; HR ϭ 1.72; 95% CI, 1.07-2.75; p ϭ .025) 14 and histrionic (Wald ϭ 10.12; HR ϭ 2.25; 95% CI, 1.37-3.72; p ϭ .001; Figure 2) 15 PD symptom severity were significant predictors of quicker progression to a bipolar I diagnosis.
We conducted ROC analyses to examine how well scores on overall, cluster B, histrionic, and antisocial PD symptom severity differentiated between those who converted to bipolar I disorder and those who did not (see Figure 3) . Results indicated large effect sizes for these variables, suggesting that 83%, 83%, 5 Histrionic PD severity continued to predict onset of hypomanic episodes after controlling for family history of mood disorders (HR ϭ 1.54; p Ͻ .001), treatment-seeking status (HR ϭ 1.59; p Ͻ .001), BAS sensitivity (HR ϭ 1.33; p ϭ .01), impulsivity (HR ϭ 1.37; p ϭ .004), and age of onset (HR ϭ 1.49; p Ͻ .001).
6 Borderline PD severity continued to predict onset of hypomanic episodes after controlling for treatment-seeking status (HR ϭ 1.34; p ϭ .02), BAS sensitivity (HR ϭ 1.35; p ϭ .02), and age of onset (HR ϭ 1.34; p ϭ .02), but not when controlling for family history of mood disorders (HR ϭ 1.25; p ϭ .06) and impulsivity (HR ϭ 1.23; p ϭ .11).
7 Narcissistic PD severity continued to predict onset of hypomanic episodes after controlling for family history of mood disorders (HR ϭ 0.77; p ϭ .04), treatment-seeking status (HR ϭ 0.75; p ϭ .02), impulsivity (HR ϭ 0.78; p ϭ .04), and age of onset (HR ϭ 0.77; p ϭ .04), but not when controlling for BAS sensitivity (HR ϭ 0.80; p ϭ .06).
8 Cluster C severity continued to predict onset of major depressive episodes after controlling for family history of mood disorders (HR ϭ 1.55; p Ͻ .001), treatment-seeking status (HR ϭ 1.56; p ϭ Ͻ .001), BAS sensitivity (HR ϭ 1.43; p ϭ .005), impulsivity (HR ϭ 1.52; p ϭ .001), and age of onset (HR ϭ 1.49; p ϭ .002).
9 Cluster B severity continued to predict onset of major depressive episodes after controlling for family history of mood disorders (HR ϭ 1.38; p ϭ .008), treatment-seeking status (HR ϭ 1.35; p ϭ .01), BAS sensitivity (HR ϭ 1.32; p ϭ .02), age of onset (HR ϭ 1.30; p ϭ .04), but not when controlling for impulsivity (HR ϭ 1.27; p ϭ .08).
10 Histrionic PD severity continued to predict onset of major depressive episodes after controlling for family history of mood disorders (HR ϭ 1.51; p ϭ .001), treatment-seeking status (HR ϭ 1,51; p ϭ .001), BAS sensitivity (HR ϭ 1.38; p ϭ .02), impulsivity (HR ϭ 1.32; p ϭ .04), and age of onset (HR ϭ 1.47; p ϭ .005).
11 Borderline PD severity continued to predict onset of major depressive episodes after controlling for family history of mood disorders (HR ϭ 1.47; p ϭ .004), treatment-seeking status (HR ϭ 1.48; p ϭ .002), BAS sensitivity (HR ϭ 1.58; p ϭ .001), impulsivity (HR ϭ 1.52; p ϭ .002), and age of onset (HR ϭ 1.51; p ϭ .002).
12 Narcissitic PD severity continued to predict onset of major depressive episodes after controlling for family history of mood disorders (HR ϭ 0.74; p ϭ .018), treatment-seeking status (HR ϭ 0.74; p ϭ .02), BAS sensitivity (HR ϭ 0.78; p ϭ .05), and age of onset (HR ϭ 0.75; p ϭ .03), but not when controlling for impulsivity (HR ϭ 0.80; p ϭ .07).
13 Cluster B severity continued to predict conversion to bipolar I disorder, after controlling for family history of mood disorders (HR ϭ 2.79; p Ͻ .001), treatmentseeking status (HR ϭ 2.78; p Ͻ .001), BAS sensitivity (HR ϭ 2.38; p Ͻ .001), impulsivity (HR ϭ 2.31; p ϭ .002), and age of onset (HR ϭ 2.67; p Ͻ .001).
14 Antisocial PD severity continued to predict conversion to bipolar I disorder after controlling for family history of mood disorders (HR ϭ 1.70; p ϭ .04), treatment-seeking status (HR ϭ 1.71; p ϭ .04), BAS sensitivity (HR ϭ 1.67; p ϭ .05), impulsivity (HR ϭ 1.76; p ϭ .03), and age of onset (HR ϭ 1.72; p ϭ .02).
15 Histrionic PD severity continued to predict conversion to bipolar I disorder after controlling for family history of mood disorders (HR ϭ 2.26; p ϭ .002), treatment-seeking status (HR ϭ 2.26; p ϭ .002), BAS sensitivity (HR ϭ 2.07; p ϭ .006), impulsivity (HR ϭ 2.11; p ϭ .006), and age of onset (HR ϭ 2.20; p ϭ .003). Note. PD ϭ personality disorder; HR ϭ hazard ratio; CI ϭ confidence interval; BDI ϭ Beck Depression Inventory; HMI ϭ Halberstadt Mania Inventory; Cluster A ϭ cluster A PD symptom severity; Cluster B ϭ cluster B PD symptom severity; Cluster C ϭ cluster C PD symptom severity; Antisoc ϭ antisocial PD symptom severity; BPD ϭ borderline PD symptom severity; Histrion ϭ histrionic PD symptom severity; Narcis ϭ narcissistic PD symptom severity.
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85%, and 73% of the time, participants who converted to bipolar I disorder were correctly classified based on overall (AUC ϭ . 
Discussion
The current study represents one of the few longitudinal studies on the impact of PD symptom severity on the course of BSDs. It is the first study to demonstrate that PD symptom severity is associated with prospective risks for developing onsets of both hypomanic and major depressive episodes and for conversion to bipolar I disorder (i.e., onset of manic or mixed episodes) among individuals with less severe BSDs. Even after taking into account baseline symptoms of hypomania, depression, and other PDs, over an average of 3.02 years of follow-up, we found that (a) overall and cluster B symptom severity predicts a shorter time to the onset of hypomanic and major depressive episodes and conversion to bipolar I disorder; and (b) cluster C symptom severity predicts a shorter time to the onset of major depressive episodes. To explore which specific PDs contributed most to the significant prospective associations described above, we conducted post hoc analyses. The results indicated that (a) histrionic and borderline PD symptom severity predicted a shorter time to the onset of hypomanic and major depressive episodes; (b) histrionic and antisocial PD symptom severity predicted a shorter time to converting to bipolar I disorder from milder BSDs; and (c) narcissistic PD symptom severity predicted a longer time to the onset of hypomanic and major depressive episodes.
The results of the current study are mostly consistent with previous retrospective findings that PD was correlated with a worse course of BSDs (Dunayevich et al., 2000) , and they extend previous longitudinal findings by demonstrating that not only do PD symptom severities predict worse mood symptoms (Bieling et al., 2003) , they also predict diagnosable DSM-IV or RDC mood episodes and first onset of bipolar I disorder among individuals with milder BSDs. Indeed, overall and cluster B (histrionic and antisocial) PD symptom severity represents one of the few clinical predictors of first onset of bipolar I disorder in the current literature.
Nevertheless, some of the current results were unexpected. First, given its core feature of grandiosity, narcissistic PD symptom severity was not expected to protect against onset of mood episodes among people with milder forms of BSDs. It might be that having a few narcissistic traits is beneficial. Indeed, our sample had a relatively low mean (M ϭ 1.01) for narcissistic PD severity. Alternatively, greater narcissistic PD symptom severity may lead Days without hypomanic episode 1400.00 1200.00 1000.00 800.00 600.00 400.00 200.00 .00
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to longer but fewer episodes (i.e., slower time to onset of new episodes). Second, although we did not hypothesize that cluster B severity would predict quicker onset of major depressive episodes, it was unsurprising to find such an effect, given the links between cluster B disorders and major depression (Abrams, Alexopoulos, Spielman, Klausner, & Kakuma, 2001; Smith, Muir, & Blackwood, 2005; Wilson et al., 2007) . Finally, we did not find support for our hypothesis that cluster C severity would prospectively predict a shorter time to onset of hypomanic episodes, which was formulated based on the findings of Akiskal et al. (1995) that individuals with histories of major depression and comorbid cluster B and C PDs have gone on to develop hypomania. The lack of effects might be due to the fact that not all participants in our current sample had histories of major depression. It is also possible that cluster B symptoms were the driving force behind onset of hypomania. Indeed, in our sample, when only cluster C and mood symptom severity were included as predictors, cluster C severity significantly predicted shorter time to onset of hypomanic episode (HR ϭ 1.21, p ϭ .02). However, when other PD symptoms were controlled for, it became nonsignificant, and cluster B severity emerged as the significant predictor. The current findings provide support for the predisposition model of comorbidity of BSDs and PDs (Klein et al., 2011; Lyons et al., 1997) , which proposes that PDs are associated with increased risks for the development and/or a worse course of Axis I psychopathologies, such as BSDs. Indeed, PD symptoms may increase risks for such negative outcomes in at-risk individuals by generating life stressors that trigger mood episodes. Impulsivity and aggression, which are hypothesized to underlie several PDs, have been shown to predict increased number of life events in longitudinal research (Molz et al., 2013) , and life events have been shown to predict mood episodes (Johnson, 2005; MalkoffSchwartz et al., 2000) . In addition, shared vulnerabilities (e.g., impulsivity and life events) may lead to both PD symptoms and worsening BSD course (Hayashi et al., 2015; Johnson et al., 2013; Muhtadie et al., 2014; Ng et al., 2016) . Moreover, PDs are also associated with poorer treatment adherence in BSDs (Colom et al., 2000; Murru et al., 2013) , putting these individuals at risk for a more severe illness course. Further research could examine the specific mechanisms through which PD symptoms confer vulnerability to onsets of mood episodes and conversion to bipolar I disorder.
The present study has several strengths. For example, we used semistructured diagnostic interviews and standardized diagnostic criteria to assess mood episodes and PD symptom severity. We also used a nonclinical sample, relatively long overall follow-up periods, and short follow-up assessment intervals, which allowed for high sensitivity for the detection of mood episodes over follow-
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up. Finally, unlike most studies on the comorbidity of PD symptom severity and BSD, which tend to focus on one PD at a time, we adopted a conservative statistical analysis approach and controlled for other PD traits, allowing us to tease apart PD traits that are the most important and perform above and beyond other PD traits as predictors. For instance, based on the existing literature on borderline PD symptom severity and BSD, one might expect that borderline PD symptom severity would significantly predict conversion to bipolar I disorder. Indeed, when only borderline PD and mood symptom severity were included as predictors, borderline PD symptom severity significantly predicted shorter time to conversion to bipolar I disorder (HR ϭ 2.15, p Ͻ .001). However, when other PD symptoms were controlled for, it became nonsignificant, and histrionic and antisocial PD symptom severity emerged as the more important predictors of conversion to bipolar I disorder. Despite these strengths, it is also important to note the limitations of the present study. Although a semistructured diagnostic interview was employed to assess PD, it relied on self rather than informant reports, which may underestimate symptom severity as individuals often underrate their PD pathology (Klonsky & Oltmanns, 2002) . Furthermore, family history of mood disorder was obtained indirectly by interviewing the participants rather than their family members, which may have led to underestimation of family history of mood disorder. In addition, the current sample was not recruited from a clinic population and was intentionally sampled to exclude more severe manic symptoms at baseline. Future studies will need to investigate whether observed associations between PD symptoms and prospective BSD course hold in populations across the BSD severity spectrum. Moreover, we were unable to control for interviewer-assessed mood symptoms at baseline because we only assessed mood symptoms if participants endorsed the screener questions for hypomania/mania or depression. As a result, it is unclear whether PD symptom severity would predict above and beyond interviewer-assessed mood symptom severity. Finally, consistent with previous research suggesting that cluster B and C PDs had higher prevalence rates than cluster A PDs in BSD (Friborg et al., 2014) , cluster A (M ϭ 1.89) PD symptom severity had lower means than clusters B (M ϭ 8.39) and C (M ϭ 3.20) PD symptom severity in the current sample. The lack of effects of cluster A severity may be due to its low reporting rates relative to clusters B and C, and different reporting rates of the clusters may make it difficult to test differential hypotheses about their prediction of BSD course.
The present study sheds light on the importance of PD in the course of BSDs. Despite their clinical significance, PD symptoms have been ignored in both research and clinical settings (Skodol, 2015) . Although there is a relatively large body of literature examining the relationship between borderline PD and BSDs, little research has investigated the relationship between other PDs and BSDs. The current findings identify several PD symptoms, such as cluster B and histrionic PD symptoms in particular, as important This document is copyrighted by the American Psychological Association or one of its allied publishers.
predictors of the course of BSDs. Indeed, the importance of histrionic PD in the course of BSDs may be underrecognized, as it is one of the most prevalent PDs in BSDs (George et al., 2003) . Moreover, hypomanic symptoms have been shown to predict an increase in histrionic PD symptoms prospectively (Shahar et al., 2008) , suggesting that hypomanic symptoms may exacerbate histrionic PD symptoms, which, according to the results of the current study, may be associated with increased risk for experiencing prospective hypomanic episodes and developing bipolar I disorder. Therefore, there may be an escalating vicious cycle whereby histrionic PD symptoms leads to increased hypomanic symptoms, which can further exacerbate histrionic PD symptoms. PD symptoms, such as histrionic PD symptoms, appear to play a significant role in the course of BSDs, such that they predict shorter time to onset of mood episodes and conversion to bipolar I disorder among individuals with milder BSDs. Future research should examine the etiology of PD symptoms in BSDs and the mechanisms through which they affect the onset, course, and outcome of BSDs. The current study also has clinical implications, as it suggests that assessments of PD symptoms may help clinicians identify individuals at increased risk for a more severe course of BSD. If PD symptoms are present, early intervention efforts may be warranted.
